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Serial electrophysiologic studies were performed in 19
patients with the atypical form of supraventricular tachy·
cardia having a long RP and short PR interval. In all 19
patients, supraventricular tachycardia was found to have a
1:1 P.QRS relation during initial control electrophysiologic
studies, and in all 19 patients, electrophysiologic studies
suggested that junctional reentry was the mechanism of
supraventricular tachycardia.
Seven of the 19 patients developed atrioventricular (AV)
block during initiation of supraventricular tachycardia or
after induction of supraventricular tachycardia following
various drug administrations in subsequent studies. In
three patients, second degree block within the His bundle or
block distal to the His bundle recording site occurred after
administration of quinidine. In one patient it occurred after
The site of reentry in the "atypical" or "unusual" form of
junctional reciprocating tachycardia is controversial. Sev-
eral investigators (1-6) have proposed that a reversed circuit
of atrioventricular (AV) node reentry, using a fast pathway
for anterograde and a slow pathway for retrograde conduc-
tion, is responsible for the tachycardia. In contrast, others
(7-10) have provided electrophysiologic and histologic evi-
dence suggesting that the tachycardia circuit in the atypical
form of junctional reciprocating tachycardia incorporates a
retrogradely conducting posterior paraseptal accessory path-
way with a decremental conduction property.
In this study, we report our findings from seven patients
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prOcainamide, and in another patient it occurred after
atropine. In one patient, 2:1 block proximal to the His
deflection occurred afterverapamil. In the remaining pa-
tient, a transient Wenckebach block proximal to the His
deflection was noted after adenosine triphosphate. In this
latter patient, 2:1 AV block was also noted after propran·
0101 and digoxin.
The site of reentry in these seven patients with AVblock
during supraventricular tachycardia was confined to the
AVnode area. Their supraventricular tachycardia did not
involve a slowly conducting paraseptal accessory pathway
because the distal AV node, His bundle and ventricle were
not found to be necessary links in the tachycardia circuit.
(J Am Coil CardioI1990,'15:385-92)
in whom AV block developed during attacks of the atypical
form of junctional reciprocating tachycardia. Our findings
provide strong evidence supporting the theory that the AV
node is the site of reentry in some patients with the atypical
form of junctional reciprocating tachycardia.
Methods
Study patients. Nineteen patients with spontaneous at-
tacks of sustained supraventricular tachycardia and having a
long RP interval and a short PR interval during supraven-
tricular tachycardia were selected for analysis. Included in
this study were 12 men and 7 women, aged 18 to 82 years
(mean ± SD 46 ± 21). In all 19 patients, electrophysiologic
study demonstrated junctional reciprocating tachycardia us-
ing a fast pathway for anterograde and a slow pathway for
retrograde conduction. In only one patient could the atria be
pre-excited by a ventricular premature beat that was deliv-
ered during tachycardia when the His bundle was still
refractory. In two patients, intermittent ventricular pre-
excitation with a QRS pattern having a delta wave suggestive
0735-1097/90/$3.50
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Table 1. Clinical and Electrocardiographic Characteristics of Seven Patients
Electrocardiograms
Case Gender/ Duration of Cycle PR/RP
No. Age (yr) Associated Problems SVT (yr) Length (ms) Ratio QRS
I F/58 Syncope 4 340 0.7 Narrow
2 Mil8 VSD, infectious endocarditis I 320 0.78 Narrow
3 Ml50 38 300 0.66 Narrow
300 CLBBB
4 M/60 Acute pulmonary edema, syncope 2 300 0.88 Narrow
300 0.7 CLBBB
5 Ml55 0.25 480 0.47 Narrow
6 F/45 ASD-II, MVP 5 340 0.88 ICRBBB
7 F/82 SSS, syncope 2 400 0.43 Narrow
ASD-II = secundum atrial septal defect; CLBBB = complete left bundle branch block; F = female; ICRBBB =
incomplete right bundle branch block; M = male; MVP = mitral valve prolapse; SSS = sick sinus syndrome;
SVT = supraventricular tachycardia; VSD = ventricular septal defect.
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of a posterior paraseptal accessory pathway was noted. In
the remaining 16 patients, evidence suggesting or excluding
the possibility of incorporation of a retrogradely conducting
posterior paraseptal accessory pathway with decremental
conduction property could not be obtained.
In 7 of these 19 patients atrioventricular block developed
during tachycardia after administration of various drugs. Of
the seven patients, four were men and three were women;
their age ranged from 18 to 82 years (mean 53 ± 19). One
patient had a secundum type atrial septal defect associated
with mitral valve prolapse, one had a ventricular septal
defect complicated with Staphylococcus aureus infectious
endocarditis, one had an associated sick sinus syndrome and
four had no demonstrable organic heart disease. The pre-
senting symptoms were palpitation (seven patients), syncope
(three patients) and dizziness (two patients). One of the three
patients with syncope had an episode of acute pulmonary
edema resulting from persistent supraventricular tachycar-
dia. The attack of tachycardia was paroxysmal in six patients
and incessant in one. The clinical, electrocardiographic
(ECG) and electrophysiologic characteristics of these seven
patients are summarized in Tables 1 to 3.
Electrophysiologic study. Electrophysiologic studies were
performed in a postabsorptive, nonsedated state after ob-
taining informed written consent from each patient. The
study protocol was approved by the Committee on Human
Research of the Chang Gung Memorial Hospital. All cardiac
medications were discontinued for at least five plasma half-
lives before the study. A7F quadripolar electrocatheter was
percutaneously introduced into the right femoral vein, ad-
vanced to the right atrium and positioned across the tricus-
pid valve for His bundle recording. A second 5F bipolar
electrocatheter was percutaneously introduced into the right
femoral vein and advanced to the right ventricular apex for
pacing. A third 7F hexapolar electrocatheter was introduced
into the right antecubital vein by a small incision, advanced
to the right atrium and then to the coronary sinus for
recording of the left atrial electrogram (distal two electrodes)
and right atrial electrogram (middle two electrodes) and for
proximal right atrial stimulation (proximal two electrodes).
The tip of the hexapolar electrocatheter was also positioned
at different sites in the coronary sinus to map the retrograde
atrial activation sequence during induced episodes of su-
praventricular tachycardia. Multiple surface and intracar-
diac electrograms were simultaneously recorded on a multi-
channel oscilloscopic recorder (Electronics for Medicine
VR-16) at a paper speed of 50, 100 and 150 mm/s. Stimuli
were provided by a programmable digital stimulator (Bloom
and Associates) and were approximately twice the diastolic
threshold and 2 ms in duration.
Anterograde and retrograde conduction properties were
evaluated using incremental pacing and extrastimulus testing
techniques. Conduction intervals, refractory periods and
echo zones were defined and measured as previously de-
scribed (2-4). The criteria for diagnosis of the atypical form
of junctional reciprocating tachycardia was based on a
combination of the following 0-7,9): 1) demonstration of a
smooth AV conduction curve using atrial extrastimulus
testing; 2) spontaneous initiation of tachycardia occurring
during sinus rhythm when a critical shortening of the PP
interval was achieved; 3) shorter AH than HA interval
during tachycardia; 4) demonstration of decremental prop-
erties of retrograde conduction during incremental ventric-
ular pacing (atypical Wenckebach periodicity) and extrastim-
ulus testing (discontinuous conduction curves); 5) retrograde
induction of tachycardia during incremental ventricular pac-
ing or ventricular extrastimulus testing related to shift of
conduction to the slow pathway; 6) registration of the
earliest retrograde atrial activation site during tachycardia
either from the orifice of the coronary sinus or from the low
septal right atrium; and 7) exclusion of reentrant or triggered
automatic atrial tachycardias using previously established
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criteria, particularly with the demonstration of a ventricl~
atrium~ventricle sequence during retrograde induction of
tachycardia, a demonstration of paradoxic delay in AA
interval when a ventricular extrastimulus was delivered
during tachycardia or a demonstration of tachycardia termi-
nation by a ventricular extrastimulus that did not conduct to
the atrium (block in the retrograde arm). Sustained tachy-
cardia was defined in each patient when episodes of induced
tachycardia lasted >2 min and required termination with
electrical stimulation. Nonsustained tachycardia was defined
when all episodes of induced tachycardia terminated spon-
taneously within 2 min.
After the control studies, sustained supraventricular
tachycardia was induced, adenosine triphosphate (5 to 10
mg) was given intravenously as a bolus and the patient was
observed using continuous ECG monitoring. The effect of
adenosine triphosphate was confirmed by administering re-
petitive doses 10 and 20 min later. After this, one of the
following drugs was administered intravenously: verapamil
(5 to 7.5 mg), propranolol (0.15 mg/kg), procainamide (15
Figure 1. Case 3. A, Electrocardiogram showing the atypical form
of junctional reciprocating tachycardia at a rate of 200 beats/min,
with a deep and negative P wave before each QRS complex and the
RP interval longer than the PR interval. B, A 2: I atrioventricular
block developed after 5mg of an intravenous verapamil bolus in the
emergency room.
mg/kg) or atropine (0.01 mg/kg). The electrophysiologic
studies were then repeated. After the initial studies, the
quadripolar and bipolar electrocatheters were removed, and
the tip of the hexapolar electrocatheter was withdrawn from
the coronary sinus, advanced to the right ventricular apex
and secured for subsequent serial electrophysiologic studies.
The following oral drugs were tested sequentially on
separate days: quinidine sulfate (1.6 g/day), procainamide (4
g/day), disopyramide phosphate (800 mg/day), verapamil
(320 mg/day), diltiazem (240 mg/day), propranolol (160 mg/
day), digoxin (1.75 mg over 24 h) and a combination of
propranolol (160 mg/day) plus digoxin (0.25 mg/day). In
general, digoxin was tested on the last day of study and was
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Table 2. Electrophysiologic Characteristics of Seven Patients
Cycle
Case Modes of SVT Length AH HA Sustenance
No. Induction (ms) (ms) (ms) of SVT
RAP, AEST, 360 90 270 Yes
RVP, VEST
2 RAP, AEST, 300 to 330 100 to 110 200 to 220 Yes
RVP, VEST
3 RAP, AEST, 230 to 315 60 to 95 170 to 220 Yes
RVP
4 RAP, AEST, 335 to 390 125 to 140 230 to 250 Yes
RVP, VEST
5 Incessant 480 85 395 Yes
6 RAP, AEST, 260 to 340 100 to 110 160 to 230 No
RVP
7 RAP, AEST, 360 to 490 120 to 130 240 to 360 No
RVP, VEST
AEST = atrial extrastimulus testing; RAP = rapid atrial pacing; RVP =
rapid ventricular pacing; SVT = supraventricular tachycardia; VEST =
ventricular extrastimulus testing.
given at a dose of 0.5 mg every 6 h for three doses, followed
by 0.25 mg as the last dose. When digoxin alone was
ineffective, propranolol (40 mg every 6 h) was given for four
doses and digoxin (0.25 mg) was added at the last dose of
propranolol. The studies were performed 2 h after the last
dose of oral medication. When AV block was noted during
the studies, a quadripolar electrocatheter was reintroduced
for His bundle recordings in six of the seven patients.
Results
ECG characteristics (Table 1). Heart rate during sponta-
neous supraventricular tachycardia ranged from 125 to 200
beats/min (mean 179 ± 26), with the RP interval being longer
than the PR interval. The PR!RP ratio ranged from 0.43 to
Table 3. Types of Atrioventricular Block During Supraventricular
Tachycardia in Seven Patients
Case
No. Drug Type of Block Site of Block
1 Verapamil (IV) 2:1 AVB Block proximal to H
2 ATP (IV) WB Block proximal to H
Propranolol (IV) 2:1 AVB ?
Digoxin WB and 2:1 AVB
3 Quinidine 2:1 AVB
4 Quinidine WB and 2:1 AVB Intra-His block and
block distal to H
5 Quinidine WB Intra-His block
2:1 AVB Intra-His block
6 Procainamide (IV) Single beat (Az) Block distal to H
7 Atropine (IV) 2:1 AVB Block distal to H
Az = the coupled atrial stimulated beat; ATP = adenosine triphosphate;
AVB = atrioventricular block; H = His bundle recording site; IV =
intravenous; WB = Wenckebach block.
0.88 (mean 0.64 ± 0.16). The retrograde P waves were
clearly discernible in all patients and were negative in leads
II, III and aVF. The QRS complexes were narrow in four
patients, and showed a pattern of incomplete right bundle
branch block pattern in one patient. In the remaining
two patients, narrow QRS complexes and a pattern of
complete left bundle branch block pattern were both
noted. In these two patients, the tachycardia cycle length
as well as the VA interval during the narrow QRS complex
was identical to that during the complete left bundle branch
block pattern. The tachycardia was paroxysmal in six pa-
tients and incessant in one. None had AV block during
spontaneous tachycardia; one developed 2: 1 AV block after
an intravenous bolus injection of5 mg of verapamil during an
emergency room visit for an attack of tachycardia (Case 3)
(Fig. 1).
Electrophysiologic Characteristics (Tables 2
and3)
Induction of tachycardia (Table 2). Supraventricular
tachycardia could be induced by incremental atrial pacing
(Cases 1 to 4, 6 and 7), atrial extrastimulus testing (Cases 1
to 4, 6 and 7), incremental ventricular pacing (Cases 1 to 4,
6 and 7) and ventricular extrastimulus testing (Cases 1,2,4
and 7) during control electrophysiologic studies. The in-
duced tachycardias were sustained in five patients (Cases 1
to 5) and nonsustained in two patients (Cases 6 and 7). In the
latter two patients, the tachycardia lasted for approximately
10 s and terminated spontaneously. In Case 6, termination of
the tachycardia occurred in either the anterograde or retro-
grade direction, whereas in Case 7, it occurred in the
retrograde direction. The cycle length in the seven cases
ranged from 230 to 490 ms, with an AH interval ranging
from 60 to 140 ms and HA interval ranging from 160 to
395 ms. Mapping of the retrograde atrial activation se-
quence during induced supraventricular tachycardia dis-
closed that the earliest atrial activation site was registered
at the orifice of the coronary sinus in five patients and at
the low septal right atrium in the remaining two patients.
When ventricular extrastimuli were delivered during in-
duced supraventricular tachycardia, both the atrial activa-
tion sequence and the cycle length were unaffected. None
of the patients showed atrial pre-excitation, although sup-
raventricular tachycardia was frequently terminated by
an early ventricular extrastimulus at a critical coupling
interval.
Atrioventricular block during supraventricular tachycar-
dia (Table 3). Atrioventricular block was noted during initi-
ation of supraventricular tachycadia or after induction of
supraventricular tachycardia during drug studies, or both, in
all seven patients. These drugs included intravenous adeno-
sine triphosphate (Case 2) (Fig. 2), intravenous verapamil
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(Case 1), intravenous propranolol (Case 2), oral digoxin
(Case 2), oral quinidine (Cases 3 to 5) (Fig. 3), intravenous
procainamide (Case 6) and intravenous atropine (Case 7)
(Fig. 4). In Case 3, although 2: 1AV block developed after an
intravenous bolus injection of 5 mg of verapamil during an
emergency room visit for an attack of tachycardia, AVblock
did not occur after administration of verapamil during elec-
trophysiologic study. In six patients (Cases 1 to 5 and 7),
second degree 2: 1AV block or Wenckebach block, or both,
occurred; in the remaining patient (Case 6), AV block was
noted only at the initiating beat (Az beat).
Atrioventricular block proximal to the His bundle record-
ing site occurred in two patients (Cases 1 and 2) (Fig. 2).
Intra-His block (Cases 4 and 5) (Fig. 3) or block distal to the
His bundle recording site, or both (Cases 4, 6 and 7) (Fig. 4)
occurred in four patients. In one patient (Case 3), the site of
block could not be located because recording of the His
bundle electrogram was not performed when the patient was
on oral quinidine. In another patient (Case 2), although block
proximal to the His bundle recording site was documented
Figure 2, Case 2. Atrioventricular (AV) block proximal to the His
bundle recording site during the atypical form ofjunctional recipro-
cating tachycadia. A, Induction of the atypical form of junctional
reciprocating tachycardia by an atrial extrastimulus (S) that was
coupled to the sinus rhythm at a cycle length (CL) of 590 ms. The
coupling interval (AAz) was 220 ms. B, Wenckebach AV block
(beats with an asterisk) proximal to the His bundle recording site
occurred after 5 mg of an intravenous (LV.) bolus injection of
adenosine triphosphate. Note that the AeHe interval lengthened
progressively from 115 to 165 ms before the blocked beat while the
tachycardia continued. The tachycardia terminated during the sub-
sequent Wenckebach periodicity. HRA, CS and HBE = high right
atrial electrogram, left atrial electrogram recorded from coronary
sinus and His bundle electrogram, respectively; A and H = low
septal and His bundle response to the sinus impulse; HRAz•CSAz,
Az and Hz = high right atrial, left atrial, low septal right atrial and
His bundle response to the extrastimulus, respectively; HRAe,
CSAe, Ae and He = high right atrial, left atrial, low septal right
atrial and His bundle response during tachycardia, respectively.
after intravenous adenosine triphosphate, it was not local-
ized when block occurred with intravenous propranolol or
oral digoxin.
390 YEH ET AL.
AV BLOCK AND ATYPICAL SUPRAVENTRICULAR TACHYCARDIA
lACC Vol. 15, No.2
February 1990:385-92
A Control
CSAe
CSAe
-----.",..-,.----........,.---....._,.------,.----.-
I
AVF
V, --....
_
-=H:=RA:..... ~_---V----~-.::..----.;:.;y.:;.~--~~-------.....,..---HRA
CSA
CSA
CSP-r-----
CSm -L-------4~---1r-----___jrr_--.....,rr_----jr_--_.r----__,---
A A2=340msB Quinidine CL =570ms
___"-=_---.....f\----!\------'!\'-----f\".----I\---I\,.---I\,.---A..--
---.,vr----""'\r-----,
HRA
V,
HRA -..Jl- ~=-__1t---JIr._-~~-...:JJ..:..--...,~--~r_--..J\~---J\I---
HBEd --.:;:.jll....---.:.;JII......+-~II ......- ........---"l"-JII"---.;.,"'III '"-......'11 '--....."'11 '--""411 '----i>.oIi
Figure 3. Case 5. Atrioventricular block within the His bundle
during initiation of the atypical form of junctional reciprocating
tachycardia. A, Spontaneous attack of the atypical form of junc-
tional reciprocating tachycardia. B, Induction of the atypical form of
junctional reciprocating tachycardia by an atrial extrastimulus that
was coupled to sinus rhythm (cycle length 570 ms) after oral
quinidine. The coupling interval (AAJ was 340 ms. Note the
occurrence of a split His bundle potential of the Az beat with an
intra-His conduction time (from HBEd and HBEp) of 85 ms. The
first beat during initiation of tachycardia (beat with an asterisk) was
blocked within the His bundle. CSm and CSp = left atrial electro-
grams recorded from middle and proximal coronary sinus, respec-
tively; HBE = His bundle electrogram; HBEd and HBEp = His
bundle electrograms recorded from distal and proximal electrodes,
respectively; other abbreviations as in Figure 2.
Discussion
Possible mechanisms of atypical junctional reciprocating
tachycardia. Three possible mechanisms have been pro-
posed to explain the reentrant circuit in patients with the
"unusual" or "atypical" form of junctional reciprocating
tachycardia. Several investigators (1-6) have suggested that
the reentrant circuit in these patients is composed of an
upper common pathway, an anterograde AV node fast
pathway, a distal common pathway and a retrograde AV
node slow pathway, and that the reciprocating tachycardia in
these patients represents a reversed circuit of the usual dual
pathway AV node reentrant tachycardia.
In contrast, other investigators (7-9) have suggested that
the reentrant circuit of the atypical form of junctional
reciprocating tachycardia incorporates a retrogradely con-
ducting posterior paraseptal accessory pathway with a slow
conduction velocity. They demonstrated that in some pa-
tients, the atria could be pre-excited by an appropriately
timed ventricular premature beat delivered during the tachy-
cardia while the His bundle was still refractory. Brugada et
al. (8) reported on five patients with junctional reciprocating
tachycardia having a long RP interval and a short PR
interval. In four of these patients, the atria could be pre-
excited by one or two consecutive ventricular premature
beats at a time when the His bundle was refractory; in the
remaining patient, it was observed that during sinus rhythm
when a ventricular premature beat was delivered while the
His bundle was refractory for VA conduction, retrograde
conduction to the atrium was possible. They suggested that
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in patients with the atypical form ofjunctional reciprocating
tachycardia, the reversed circuit type of AV node reentry
should be extremely rare. Critelli et al. (10) further sup-
ported this mechanism by showing the appearance of ven-
tricular preexcitation on the surface EeG in three patients
with the atypical form of junctional reciprocating tachycar-
dia after ablation of the His bundle. The pattern of ventric-
ular preexcitation in their patients was consistent with a
posterior paraseptal accessory pathway; in one of their
patients, this possibility was also confirmed by necropsy.
Thus, they concluded that reentry incorporating a slowly
conducting retrograde posterior paraseptal accessory path-
way could be responsible for all cases of the atypical form of
junctional reciprocating tachycardia. If this is true, then
what explains their finding of atrial preexcitation during
tachycardia by a ventricular extrastimulus that is delivered
when the His bundle is refractory, which is rarely demon-
strated in patients with the atypical form of junctional
reciprocating tachycardia? In only 1of the 19 patients in the
present study could this finding be demonstrated.
A third and rare mechanism, a circuit using the normal
Figure 4. Case 7. A 2: 1atrioventricular (AV) block distal to the His
bundle recording site during the atypical form ofjunctional recipro-
cating tachycardia. A, Induction of the atypical form of junctional
reciprocating tachycardia by a ventricular extrastimulus that was
coupled to a basic ventricular driven cycle length (SCSI) of 800 ms.
The coupling interval (SI-S2) was 480 ms. B, A 2: 1AV block distal
to the His bundle (H) during the atypical form of junctional
reciprocating tachycardia (beats with an asterisk) after an intrave-
nous bolus of atropine. The ventricular extrastimulus beat was
coupled to a basic ventricular driven cycle length 0000 ms and the
coupling interval was 340 ms. SI and S2 = basic driven stimulus and
extrastimulus, respectively; HRAI, CSAI, AI and VI = high right
atrial, left atrial, low septal right atrial and ventricular response to
the basic driven stimulus, respectively; V2= ventricular response to
the extrastimulus; other abbreviations as in Figure 2.
pathway for anterograde and a left lateral accessory pathway
with decremental property for retrograde conduction, has
also been demonstrated (11). Under such circumstances, the
retrograde atrial activation during tachycardia should be
eccentric, with the earliest activation site being registered
from the distal coronary sinus. The differential diagnosis
from the previous two mechanisms is not a problem.
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Evidence supporting the atrioventricular node as the site of
reentry. The occurrence of AV block during attacks of the
atypical form of junctional reciprocating tachycardia has
been reported sporadically (12-14). To date, it provides the
strongest evidence supporting the AV node as the site of
reentry. It excludes the possibility of a paraseptal accessory
pathway being a component of the reentrant circuit. The
tachycardia with a reentrant circuit incorporating a parasep-
tal accessory pathway should involve the atrium, the normal
AV node His-Purkinje pathway, the ventricle and the acces-
sory pathway. Tachycardia should have been terminated
when AV block occurs. If the tachycardia continues despite
the occurrence of AV block, then the distal His-Purkinje
system and the ventricles are not part of the reentrant
circuit. In two of our patients, the site of AV block was
proximal to the His bundle recording site. This later finding
also suggests that the distal AV node is not a necessary link
of reentry.
The site of block after administration of various drugs
depends on the action of individual drugs. Class I drugs
affect the His-Purkinje system and provoke block within the
His bundle or the distal His-Purkinje system. Adenosine
triphosphate, digitalis, a calcium blocker or a beta-blocker
depress the AV node and provoke block in the AV node.
Atropine enhances the AV node conduction, hastens the
tachycardia and, therefore, provokes block in the His-
Purkinje system.
In regard to the exact nature of the tachycardia circuit,
this study provides very little new insight. We do not know
whether the retrograde slow pathway is an intranodal or
extranodal structure (such as an atrionodal or atrio-His
bypass tract). Nor did we exclude the participation of the
atrium during reentry. Nonetheless, our data strongly sug-
gest that the AV node is a part of the retrograde slow
pathway because otherwise block proximal to the His bundle
recording site could not occur. Previous studies (15,16) have
also demonstrated that the atrium may not be a necessary
link in the tachycardia circuit in some patients, further
suggesting that the slow pathway is an intranodal structure.
Clinical implications. This study suggests that the reen-
trant circuit in most patients with the atypical form of
junctional reciprocating tachycardia is confined to the area
of the AV node. It reflects a reversal of the usual slow-fast
form of dual pathway AV node reentry, utilizing a fast
pathway for anterograde and a slow pathway for retrograde
conduction, Differentiation between AV node reentry and
reentry incorporating a retrogradely conducting posterior
paraseptal accessory pathway should be carefully made in
patients with the atypical form of junctional reciprocating
tachycardia when surgical or invasive therapeutic modalities
are considered. Finally, the possibility of this arrhythmia
should be included in the differential diagnosis of an appar-
ent "ectopic" atrial tachycardia with AV block and an
inverted P wave in the inferior ECG leads.
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